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The psychiatric problems which may arise
following head injury are common, occur-
ring in from 10..77% of cases. The behaviours
manifest often impede the progress of treat..
ment causing frustration to the staff, and
continuing distress to the patient. To assist
in their understanding, I will present the 80rts
of problems which may arise, with reference
to the course of the symptoms and behaviour
and to their management.
The cause of these sequelae is complex and
multifactorial and it will be useful if in the
subsequent discussion these various factors
can be kept in mind as determinants of the
problems: amount of brain damage, location
of brain damage, development of epilepsy,
response to intellectual impairment, envir..
onmental factors, compensation and litigation,
emotional impact and emotional repercussions
of injury, and premorbid personality and
mental constitution (Lishman, 1973).
Bearing in mind that there is usually an
overlap of factors in individual cases, I will
discuss the problems under the following
headings.
1. Intellectual impairment
2. Change of personality and temperament
3. Psychotic illness
4. Neurotic disability
5. Post..traumatic syndrome.
INTELLECTUAL IMPAIRMENT
If the post-traumatic amnesic time (that is,
the period from the time of injury until the
time of continuous awareness) is greater
than 24 hours there is almost always some
impairment of higher mental functions. Con..
versely, if it is less than 24 hours, complete
recovery will occur in a fair proportion of
cases. However this is a less reliable indicator
if penetrating injuries or depressed fracture
of the skull are present. The incidence of
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impairment also increases with age. Involve-
ment of the dominant hemisphere more com-
monly leads to intellectual impairment.
(Lishman, 1968.)
At times focal defects of dysphasia, visno..
spatial defects and disturbed topographical
orientation may occur and may not be
evident unless specifically tested. The pertin..
ence of these defects to the ability to
co-operate with treatment and to follow
instructions is obvious.
It is important to be aware that improve..
ment occurs up to two to three years after
injury and reliable assessment of the outcome
cannot be made before this time. Miller and
Stern (1965) studied one hundred consecutive
patients referred for medicolegal reasons, in
whom head injury had been associated with
post-traumatic amnesia greater than 24 hours
(that is, severe head injury). At an initial
assessment, averaging three years after injury,
reports on 38 patients expressed serious doubt
as to whether they \vouid ever work again.
At a second follow..up at average eleven years
after injury, 28 of these 38 were employed, 16
without loss of pre-injury employment status.
It should be noted that, in spite of the
frequency, head injuries are an insignificant
cause of dementia in mental hospitals. Also, in
the study by Steadman and Graham (1970),
only 2.6% of their 415 patients, at a 5 year
follow-up were unemployed or permanently
downgraded in employment because of intel..
lectual impairment following head injury.
The patient's response to his injury and
deficiency may also confuse assessment of the
degree of impairment 80 that his dementia
may be initially more apparent than real,
owing to depression or los8 of motivation.
Apathy and agitation, with loss of appetite
and poor sleep, may indicate depression for
which appropriate treatment can then be
given. Loss of motivation is a common accom-
paniment and is best managed by graded
stimulating rehabilitation programmes in..
stituted early.
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CHANGE OF PERSONALITY AND TEMPERAMENT
Change of personality may accompany
brain damage or occur without brain
damage. Steadman and Graham (op. cit.)
report 42 of their 415 patients said there
had been personality change and this was
confirmed in 35 of them. The previous per-
sonality of the patient and current situational
difficulties determine the way the personality
change is manifested. With mild intellectual
impairment there may he only a loss of re·
finement, of lessened vitality of behaviour,
but if this is compounded by adverse cir-
cumstances at work or in the marriage, it may
be a major problem for the patient and his
family. Anxiety and depression may further
compound the difficulties.
With more severe dementia, slowing, apathy,
blunting of emotion, loss of libido and
abandonment of former interests may occur.
The incidence of personality change increases
with increasing duration of post.traumatic
amnesia and also increases the older the per-
son is at the time of injury.
FDeal brain damage can cause other prob-
lems, the best known being the frontal lobe
syndrome of lack of foresight, tact and con-
cern, inability to plan ahead or judge
consequences of action together with facile
euphoric disposition and disinhibition.
Temporal lobe injuries have also been re-
ported to have a special frequency of
personality disorder.
The most alarming behaviour to the thera-
pist is explosive violent behaviour which can
occur with slight provocation. Sometimes this
is a manifestation only of increased sensitivity
to alcohol or an exaggeration of previous
personality traits, but at other times temporal
lobe damage plays a part. Many of these
symptoms can be controlled by the use of
major tranquilising drugs or occasionally,
anticonvulsants such as carbamazepin (Teg..
retol) .
Other changes, for example, fluctuating
depression, morbid anxiety, obsessional traits
and persistent irritability are less likely to be
based on brain damage but are related to
intensification of premorbid personality traits,
or are responses to physical or intellectual
defects.
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PSYCHOTIC STATES
Head injury may precipitate affective
psychoses (depression or mania) or schizo-
phrenia but the evidence indicates that the
injury acts as a non specific stress in a pre-
disposed individual. However this may not
be the whole story in schizophrenia as there is
some suggestion that brain damage may have
a more direct role in its cause in these cir-
cumstances (Hillbom, 1951).
NEUROTIC DISABILITY
The commonest of the psychiatric sequelae,
neurotic complaints, occur in 38-50% of
patients following head injury and include
depressive reactions, anxiety and phobic
states, neuraesthenic reactions with fatigue,
irritability and sensitivity to noise, conversion
hysteria, obsessional neurosis and somatic
complaints including headaches and dizziness.
A combination of the more frequently occur-
ring of these symptoms has been designated
the "post-traumatic syndrome" which will be
discussed later.
The occurrence of these complaints is not
related to the severity of head injury but
is determined by psychogenic factors. Some
evidence has been presented that the relation-
ship may even be an inverse one-that is,
the more minor the head injury, the more
likely it is that these symptoms will occur.
Neurotic symptoms are known to be rare in
the presence of marked intellectual or neuro·
logical disabilities. For example Miller and
Stern (op. cit.) report only 10% of patients
with psychoneurotic symptoms in their series
of severe head injuries, compared with 40%
of those with mild injuries, and in only two of
the former were the symptom's disahl'ing.
They also occur more frequently in persons
with a previous neurotic history, hut this is
not invariable.
In 1960 Dencker (1960) reported on
symptoms persisting after closed head injur.
ies in one of a set of twins, using the co-twin
as control. The average time of follow-up
was 10 years. In the monozygotic twins he
found that the occurrence of neurotic symp-
toms was similar between the head injured
t\vin and his non head injured co-twin.
In dizygotic twins, significantly more head
injured twins complained of symptoms than
co-twins. He concluded that this would indi-
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cate that constitutional factors have more to
do with symptoms than the head injury itself.
He also demonstrated that more patients than
controls were accident prone, antisocial and
had a lower social position than their respec-
tive co-twin, bringing to our notice another
dimension ~ that certain personalities are
lnore likely to have head injuries than others.
The occurrence of those symptoms reaches
a maximum in early convalescence 3-6 weeks
after discharge. The duration of symptoms
varies but in general they tend to decrease
at 3 months with 50% persisting at 6 months
and 15% at 12 months (Kozol, 1946). There
is a much greater frequency of continuing
symptoms in cases where litigation and com..
pensation are involved.
POST TRAUMATIC SYNDROME
This term has been used to describe a con-
stellation of neurotic symptoms occurring after
head injury, the predominant of which are
headache and dizziness. The other symptoms
included are fatigue, sensitivity to noise,
irritability, emotional instability, anxiety,
difficulty with memory and difficulty with con-
centration. It is, however, important to remem..
ber that headache and dizziness occur from
organic conditions (for example, sub dural
haematoma, "whiplash" injuries) and these
must be excluded. Steadman and Graham (op.
cit.) found that 50 of their 415 patients had
symptoms without physical signs or disability
5 years after their injury. Barr and Ralston
(1964) had similar numbers. They commented
that the incidence does not seem to fall in
succeeding years.
There are many complaints and hehaviour
problems which may become evident after
head injury. It is obvious that, in view of
the complex determinants mentioned earlier,
no simple management will solve all the
problems.
There are however some principles in man..
agement that will help in the planning of
effective programme treatment. These are:
early intervention with carefully graded pro-
grammes; emphasis on interstaff discussion
and communication; and education of and
explanation to patients and relatives as to the
extent of the injury and the expected course
of recovery, with particular reference to the
optimistic findings of long term follow up.
Repeated reassurance and support is inherent
in this programme.
In summary, the evidence presented in-
dicates how necessary it is to take an overview
of the patient in his environment, with its
luany effects. If we do so we will go a long
,yay toward minimising the morbidity follow-
ing head injury.
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